Three cases of idiopathic cardiomegaly in the aged (64, 82 and 73 years old) were presented. All of them were male and had the common finding of cardiac enlargement of unknown etiology, terminating in refractory heart failure. They showed hypertrophy and degeneration of the myocardium with a peculiar accumulation of focal myocardial fibrosis and endocardial fibroelastosis in the posterior wall of the left ventricle. Overdosage of norepinephrine (Case 1), positive serologic test for syphilis (Case 2) and associated mitral insufficiency (Case 3) might give some modifications to the original myocardial disease. A study of the conduction system revealed degenerative changes similar to the myocardium, which caused the left bundle branch block in Case 2.
Jap. Heart J. May, 1971 CASE REPORTS Case 1 was a 64-year-old man, who was admitted to the Yoiku-in Hospital with a chief complaint of shortness of breath in August, 1966, after a half year's uneventful life under ambulant control with maintenance doses of digitalis and diuretics. The patient had neither history of heavy drinking nor hypertension, and had experienced recurrent episodes of congestive heart failure in recent 5 years. In 1964, he was admitted to this hospital for dyspnea and dependent edema. Normal blood pressure (114/88mm.Hg) and atrial fibrillation were noted and he was fairly recovered under digitalis treatment.
In December, 1965, a transseptal left heart catheterization was performed for the evaluation of his cardiac status. But the septal puncture was followed by an episode of tachycardia, hypotension with cold sweat, which was successfully treated by a drip infusion of a total of 370mg. of norepinephrine for 4 days. Physical examination on admission revealed neither anemia nor jaundice at the conjunctivae, and showed moderate pretibial edema. The pulse was 80/min. and irregular, and the blood pressure was 118/78mm.Hg.
The apex beat was felt weak but shifted towards the left anterior axillary line, with neither abnormal cardiac sounds nor murmurs. The liver was palpable 1 fingerbreadth under the right costal margin. The chest X-ray films revealed marked bilateral cardiac enlargement (Fig.  1) . The electrocardiograms showed atrial fibrillation, left axis deviation and left ventricular hypertrophy with intraventricular conduction block (Fig.2) . Ruling Jap. Heart J. May, 1971 out the common causes of cardiac enlargement, the diagnosis of idiopathic cardiomegaly was made. An attack of severe dyspnea with Cheyne-Stokes' respiration, loss of consciousness and tachycardia with atrial fibrillation accompanied by an acute swelling of the left leg due to thrombophlebitis appeared after 3 months' hospitalization, and he expired on December 24, 1966. The autopsy findings: The heart was extremely enlarged (weight of 815Gm.) and showed a globular shape (Fig.3) . The apex was formed by the left ventricle and a tiny focal fibrosis was seen near the apex. No fresh pericarditis was recognized. There were no significant narrowing of the coronary arteries. Dilatation of all 4 chambers was marked but that of the left ventricle was especially prominent (Fig.4) . The size and wall thickness of each chamber were listed in Table II .
Histological changes in the myocardium consisted of hypertrophy of each muscle fibers, enlargement and pyknosis of the nuclei, eosinophilic and hyalinoid appearance of the cytoplasm with loss of striation and of moth-eaten type vacuolar degeneration. Multiple focal perivascular fibrosis was diffusely scattered in the myocardium. Atrophy or degeneration of muscle fibers and congestion of the small vessels were more marked around the fibrosis (Fig.5) .
Special accumulation of the fibrosis was noticed at the posterior wall of the interventricular septum ( Fig.6 ) and thinning of the wall at the site was even macroscopically observed (Fig.4) . Neither narrowing nor sclerosis existed in small intramyocardial arteries. Pulmonary congestion was associated with some emphysema and generalized congestion in the systemic organs was marked. A thrombophlebitis was found at the left femoral vein, but there was no pulmonary embolism.
Ccase 2 was a 82-year-old man, who was admitted to the Yoiku-in Hospital with complaints of palpitation and dyspnea in May, 1967. He had a history of venereal disease in adolescence. On admission, the patient was anemic and dyspneic. His pulse showed an arrhythmia absoluta, and the blood pressure was 120/78mm.Hg. His face was puffy and there was moderate pretibial edema. Right hydrothorax and ascites were disclosed. X-ray films of the chest (Fig.7 ) demonstrated right pleural effusion and cardiac enlargement. Electrocardiogram showed atrial fibrillation and left ventricular hypertrophy ( Fig.8a ), later associated with complete left bundle branch block (Fig.8b) .
Laboratory examination disclosed no abnormality in blood chemistry and liver function tests. Urinalysis was positive for protein but normal Jap. Heart J. May, 1971 in microscopic findings. Serologic test for syphilis was positive. Clinical diagnosis was idiopathic cardiomegaly with congestive heart failure and atrial fibrillation . Those cardiac symptoms reacted fairly well to digitalis and diuretics, followed by an uneventful course until October, 1967, when he died of recurrent attack of congestive heart failure. Autopsy showed an enlarged heart of 470Gm., with moderate dilatation of both ventricles and marked hypertrophy of the left ventricle (Fig.9 ). There were no abnormalities in the valves and in the coronary arteries. Histological findings of the myocardium were marked hypertrophy of the muscle fibers and nuclei with various degeneration, focal perivascular fibrosis with mild cellular infiltration, which consisted mostly of fibrocytes and of few lymphocytes and plasma cells (Fig.10) . Relatively fresh fibrosis with dilated vessels was accumulated at the posterior wall (Fig.11) , with endocardial fibroelastosis.
Case 3 was a 73-year-old man, who entered the Yoiku-in Hospital with a complaint of shortness of breath in January, 1960. Approximately 50 years ago, he had been treated for beriberi heart disease and in 1958, an apical harsh holosystolic murmur was recorded, and was diagnosed as mitral insufficiency. On admission, the blood pressure was 130/100mm.Hg and the cardiac murmur was compatible with mitral insufficiency. X-ray films of the chest revealed bilateral cardiac enlargement ( Fig.12 ) and the electrocardiogram showed atrial fibrillation, left ventricular hypertrophy and ST-T changes (Fig.13) . His hospital course was uneventful with good response to digitalis for a year, then he died of an attack of cardiac asthma.
Autopsy findings were as follows: the heart weight was 360Gm. OHKAWA, SUGIURA, IIZUKA , SHIMADA, AND OKADA Jap. Heart J.
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posteromedial commissure were thought responsible to the mitral insufficiency, though the mitral cusps were normal (Fig.14) . Microscopically , there were mild to moderate hypertrophy and marked degneration of muscle fibers and diffusely scattered fibrosis, which formed a considerable scar at the posterior wall .
STUDY ON THE CONDUCTION SYSTEM
A histological study of the conduction system was performed for the left bundle branch block in Case 2. The A-V node, the bundle of His and both bundle branches were serially cut according to Lev's method after embedding into paraffin . Weigertvan Gieson stain, H.E. stain and P.A.S. or toluidine blue stain were applied. Both posterior and anterior radiations of the left bundle branch showed almost complete interruptions due to fatty metamorphosis and fibrosis (Fig.15a) .
The other conduction system including the A-V node, A-V bundle and right bundle branch had some degenerative changes but they were milder in degree than those in the left bundle branch, except slight cell infiltrations (Fig.15b) .
Only minor increase of both acid and neutral mucopolysaccharides was proved in the conduction system. 
